Because of insufficient response to pharmacological therapy, we performed a TASH procedure (transcoronary alcohol septal ablation for hypertrophic cardiomyopathy). There was no pressure gradient in the LVOT left post-procedure, and the patient did clinically well without complaints of dyspnoea.
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Multiple LEOPARD syndrome is an autosomal dominant multiple congenital anomaly syndrome, with high penetrance and markedly variable expression. It was originally described by Gorlin as multiple lentigines syndrome. It is also known as cardiocutaneous syndrome, Moynahan syndrome, lentiginosis profuse, and progressive cardiomyopathic lentiginosis. Apart from pulmonary valve stenosis, HOCM is a common feature of this syndrome and it may progress with age or present later in life than the other clinical findings. The most plausible explanation for the pathogenesis of the syndrome is an abnormality of the neural crest cell. The cells derived from the neural crest form spinal and autonomic ganglion cells, Schwann cells of peripheral nerves, as well as sympathetic terminations in the cardiac ventricles. Neural crest cells also give rise to melanocytes, thereby explaining the associated lentigines.
The underlying genetic defect associated with the development of the syndrome has been located on chromosome 12 (gene map locus 12q24.1), and the responsible gene is PTPN11 (protein tyrosine phosphatise non-receptor type 11), which codes for non-receptor protein tyrosine phosphatise, SHP2. Mutations in the same gene are known to lead to a number of congenital heart defects, among them Noonan syndrome, cardiomyopathic lentiginosis, and LEOPARD syndrome. Different heart defects correlate with different locations of mutations within the PTPN11 gene. The only son of our patient also demonstrated features of the LEOPARD syndrome, without documentation of cardiac involvement so far.
See supplementary movies available at European Heart Journal online. 
